Loss of AUX1 function caused the observed phenowhether components of the auxin transport machinery types, since the defects were rescued in aux1 seedlings mediate establishment of trichoblast polarity. Here we transformed with the wild-type genomic AUX1 sequence report that the presumptive auxin influx carrier AUX1 carrying an insertion for an HA-epitope tag ( Figures 1H  [6, 7] contributes to apical-basal hair cell polarity. and 1I; Table 1 
moted trichoblast hyperpolarization and maintained double hair formation ( Figure 1M ; Table 1 ). By contrast, 1-NAA rescued the aux1 double hair phenotype and conferred partial basal hair shifting ( Figure 1N ; Table  1 ). The 1-NAA-mediated rescue of the aux1 phenotype suggests that polar hair initiation either involves additional, as yet unidentified, efflux components or that increasing the intracellular auxin concentration in the trichoblast is sufficient to correct the aux1 polarity defects. Nevertheless, trichoblast hyperpolarization induced by 2,4-D required AUX1 activity which identifies AUX1 as an influx carrier component mediating apicalbasal polarity.
Polar auxin transport inhibitors strongly interfered with trichoblast polarity only after long-term application at high concentrations [ 
AUX1 plasma membrane localization (Figures 3E-3H). ence. It remains open which part of the AUX1 expression domain mediates establishment of trichoblast polarity In protophloem cells, AUX1-positive material coalesced into intracellular patches (Figures 3E and 3F) similar to
and BFA-induced polarity changes. We are currently constructing clonal analysis systems to clarify this point. previously described "BFA compartments" [ 
